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SENTI-202 demonstrates significant in vivo anti-tumor activity Ara-C treatment upregulates CD33 and FLT3 expression in KG-1a AML cells,
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SENTI-202 demonstrated robust and specific killing of primary AML blasts, LSCs, and AML cell lines in vitro. SENTI-202 Days Post Implantation/Treatment
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Figure 1. (a) SENTI-202 is an off-the-shelf, logic gated gene circuit enabled CAR NK cell therapy with three engineered components: a bivalent activating CAR Figure 3. The addition of exogenous IL-2 enhanced the cytotoxicity and persistence of SENTI-202 against multiple AML cell lines. (a) The addition of IL-2 in an overnight cytotoxicity . : : . . : - : : :
against validated AML specific targets CD33 and/or FLT3 (OR gate), an inhibitory CAR recognizing endomucin (EMCN) (NOT gate), and calibrated release IL15 assay significantly enhanced the killing of MOLM-13 and HL-60 cell lines (top panel), and its addition during a serial rechallenge assay significantly augmented the killing of MOLM-13, jl'hese- results support the Phase 1 trial design of SENTI-202-101 in patients with R/R C_D33 and/or FLT_?’ positive h.ematOIF)glc mallgnanCIes
(criL15). (b) SENTI-202 demonstrated robust killing of primary AML blasts, LSCs, and MDS cells derived from patient samples. (c) Multiple lots of SENTI-202 also MV4-11, and HL-60 cell lines, particularly during the later rounds of serial killing (bottom panel). (b) The addition of the cytokines IL-2 and IL-15 (which signal through the same 'nCIUd'ng '_A‘ML' Wh'Ch_ uses Flu/Ara-C as LD ff)llowed by 3 WeEk_ly_ dose-s of SENTI-202 and includes the option of enrolling patients into cohorts
showed killing of the AML cell lines MOLM-13 and MV4-11. (d) SENTI-202 preserved the viability of 75% of HSCs after co-culture, and (e) further preserved the receptor complex) enhanced the in vitro persistence of both SENTI-202 and unengineered NK cells, substantially increasing the peak proliferation of SENTI-202. Statistical analysis that additionally receive low dose IL-2 following SENTI-202 administration.
colony-forming function of HSPCs. Various statistical tests were used in this figure. ns = not significant; * p < 0.05; ** p < 0.01; *** p < 0.001; **** p < 0.0001. performed with multiple unpaired t-tests. ns = not significant; * p < 0.05; ** p < 0.01; *** p < 0.0001.  The SENTI-202-101 trial (ClinicalTrials.gov ID NCT06325748) is commencing enrollment in Q2 2024. Contact: kanya.rajangam@sentibio.com
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